Objective: To characterize the effect of focal compression by threshold tracking and other excitability measures of human median motor axons. Methods: We conducted a sequence of excitability studies using a software written in BASIC (QTRAC version 4.0, ÓInstitute of Neurology, London, UK, with multiple excitability protocol TRONDXM 2) in 24 healthy subjects, stimulating the median nerve at the wrist and recording compound muscle action potentials from the abductor pollicis brevis. Constant, localized compression was applied at the wrist by mechanically lowering a probe attached to a disk electrode, which also served as the stimulating cathode. Results: Compared with the pre-compression values, measurements during compression showed a shift of threshold electrotonus waveforms toward the baseline (fanning-in), steeper current-threshold relationships, increased strength-duration time constants, prolonged relative refractory periods and reduced levels of superexcitability, but no alteration in late subexcitability. These excitability changes indicating depolarization reversed to hyperpolarization immediately after release of compression. The nerve compression altered none of the excitability measures when recorded 2 cm distally from the pressure probe. Conclusions: Mild nerve compression produces a very localized axonal depolarization at the compression site followed by hyperpolarization upon release of compression, as expected from focal ischemia. Significance: The current results imply that the sharply-localized conduction abnormalities demonstrated electrophysiologically in peripheral nerve entrapment syndromes and compression myelopathies may, in part, result from compression-induced focal nerve ischemia.
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Introduction
Among various nerve excitability studies, threshold electrotonus waveforms provide a particularly sensitive measure of membrane potential, elucidating sub-threshold electrical properties of the axon (Bostock et al., 1998) . Studying the effect of brief periods of pressure cuff inflation with this technique, Bostock et al. (1991) found a greater ischemic change underneath the cuff than below it. This result suggested the etiological importance of exclusion of blood from the nerve rather than mechanical deformation for compression symptoms.
In the current study, we wished to delineate if the same mechanisms apply to a focal nerve compression induced by a specially constructed pressure probe, which serves as a model of entrapment neuropathy. Using this device, we have conducted multiple nerve excitability studies including measurements of threshold electrotonus of the median motor axons, comparing compression-induced changes to previously reported effect of nerve ischemia (Bostock et al., 1998; Kiernan and Bostock, 2000; Kaji, 2003) .
Materials and methods

Subjects
We studied the left median nerves in 24 healthy subjects (14 males), aged 22-55 years (mean: 28 years) after obtaining a written informed consent. Of these, 17 subjects underwent excitability studies at the compression site, 10, during compression
